Chairman's Introduction by John F Stokes MD FRCP (University College Hospital, London WC1)
The general physician in 1973 has quite a tough time keeping himself adequately informed and it is to try to help him that the Society has arranged today's symposium. In a big city like London, the very existence of a general internist, a relatively undifferentiated physician, is sometimes questioned, but if we take off our metropolitan blinkers and look at the country as a whole, it is clear that he not only exists but is in fact responsible for a substantial proportion of hospitalbased medical care. This is also the case in most countries of the world, including North America.
His survival will be ensured by the mass of patients who are looking for someone prepared and able to treat the whole of their illness, recognizing that the lepidopterous habits acquired in the past have resulted in patients being sometimes cared for by a committee of doctors (often without a chairman) and missing that sense of personal responsibility which is one of the prime ingredients of professionalism.
Every general physician has, of course, a particular competence in one or more disciplines, but he has to be able to function over a wide area and not feel too uncomfortable in the specialties practised by his more differentiated colleagues. He therefore learns a smattering of other men's jargon sufficient for meaningful consultation with them and for keeping him afloat at a clinical meeting.
But from time to time there comes a new wave of knowledge the size of which bids fair to engulf him. In my practising life we have had two such waves: first, the virus which, even though it has lost some of its pristine mystery, still continues to provide us with the particular difficulties attaching to a disease without a name (you will remember Richard Asher's contention that no one would worry about the raised temperature so often found in untreated pernicious anemia if someone would only designate it hypocyanocobalaminic fever); and the second wave, the immunological disorders which form the subject of today's symposium.
It is ten years since there was a small explosion of educational activity in this area, marked by the publication of helpful books by Glyn and Holborow, by Gell and Coombs and by Humphrey and White, but things have moved in the last decade and the time has come to review what progress has been made. Here we find different problems from those posed by the virus, particularly in terms of therapy. How far are we in a position to make a radical attack on the underlying pathological process? How far must we still rely on symptomatic support including, where appropriate, replacement of the natural secretion of an organ whose function is failing?
We have already begun to find answers to these and to other questions following the very clear setting of the background by the early speakers of the day. This afternoon we continue the search within a programme incorporating papers on single systems or organs. At first sight this may appear too divisive, but it is surprising how infrequently we meet clinical expression of disease affecting multiple systems in the face of the common finding of circulating antibodies to such a wide variety of tissues in the blood of patients affected with immunologically determined disease; and I hope it will work well enough. The study of the immunological aspects of endocrine disorders has provided the most promising concept to date as to the pathogenesis of many of them, as well as providing useful aids to diagnosis.
Autoimmunity in Endocrine Disease
Addison's Disease Many of the endocrine disorders feature prominently within the organ-specific group of autoimmune diseases. The interrelationship of these various endocrinopathies is best seen in a study of idiopathic (autoimmune) Addison's disease (primary adrenal failure). As shown in Table 1 patients with idiopathic Addison's disease have a high incidence of thyroid autoimmune disease, Addisonian pernicious anemia, idiopathic hypoparathyroidism, diabetes mellitus and a particular form of premature ovarian failure, while patients with tuberculous destruction of the adrenals do not. A further striking difference between patients
